Upon admission, the subjects were placed on a constant diet of 90 mEq. of sodium and 60 mEq. of potassium per day, and an interval of 5 days was allowed to achieve a state of balance. Patient R.Mc was studied twice: on a sodium diet of 90 mEq./day (R.Mc 1) and 14 mEq./day (R.Mc 2).
which complicate the interpretation of the data might contribute to a better understanding of this uneven effect of the angiotensin II in patients with essential hypertension.
Methods Nine patients were studied. All of them, with the exception of M.B., were hypertensive subjects admitted to a clinical research ward, where extensive evaluation failed to reveal a cause for the elevation of their blood pressure. Their age, sex, race, admission blood pressure,* known duration of hypertension, and associated conditions are given in table 1 . Patient M.B. is a normotensive subject who had several hospitalizations for recurring bouts of edema; a few episodes of urinary tract infection are reported in her history.
Upon admission, the subjects were placed on a constant diet of 90 mEq. of sodium and 60 mEq. of potassium per day, and an interval of 5 days was allowed to achieve a state of balance. Patient R.Mc was studied twice: on a sodium diet of 90 mEq./day (R.Mc 1) and 14 mEq./day (R. Mc 2) .
In fasting recumbent subjects, water diuresis was initiated by ingestion of 1,500 ml. 1 hour prior to the study and sustained by drinking volumes equivalent to the urine passed during the collection periods. An intravenous priming dose of inulin and para-aminohippurate was given, followed by a sustaining infusion of inulin and paraaminohippurate in isotonic glucose delivered by a Bowman pump at a rate of 1 ml./minute.
At least 1 hour (equilibration period) was allowed to elapse between the priming dose and the beginning of the clearance study. At the end of renal plasma flow do not appear to be responsible, since they were directionally and quantitatively quite comparable in the normotensive subjects,2 10, 11 or in the two hypertensive groups.
Thus, it appears that the angiotensin acts upon the renal tubules. If this is so, the question arises whether this action is a direct one or is mediated through some extratubular factors. Recent evidence points to the reninangiotensin system as the humoral mechanism responsible for the secretion of aldosterone. 13 sodium depletion. This statement is not supported by our data, since all our patients were on the same diet (sodium, 90 mEq./day; potassium, 60 mEq./day) and were in balance. Further, natriuresis occurred (patient R.Mc 2) on a low-sodium diet; this latter finding is supported also by Laragh.22 Summary Angiotensin II ( I-L-asparaginyl-5-L-valyl angiotensin octapeptide) infused intravenously in subjects with idiopathic hypertension caused depression of the renal hemodynamics in all of them. In agreement with the findings of other investigators, more than one third of the patients showed a decrease in the rate of the sodium excretion; in the remaining subjects, the pressor infusion increased the excretion of sodium.
In all the hypertensive patients, angiotensin II favored renal reabsorption of water.
From the available evidence, it appears that angiotensin II acts upon the renal tubules. The reason for the opposite effect on sodium excretion in hypertensive patients remains unexplained.
